those with low grade VUR and 8-10 times more likely than patients without VUR [1] . The association of renal scarring with urinary tract infection (UTI) and VUR is termed reflux nephropathy [2] . Reflux nephropathy is usually acquired at a young age, and accompanies a higher risk of developing hypertension and progressive renal failure later in life, and thus requires lifelong follow up [3] . A retrospective report on a 15 year follow-up by imaging of patients with reflux nephropathy showed that there has been no case of a patient with abrupt Abrupt progression of renal scarring associated with vesicoureteral reflux (VUR) is rare in males over 2 years old of age. We report a 5 year old boy with sustained unilateral high grade VUR who experienced abrupt progression of renal scarring; he had a relative renal radionuclide uptake of 38% at 2 years of age that dropped to 8% after three years. Per his parent s wishes, he took prophylactic antibiotics for 25 months after his first febrile ' urinary tract infection (UTI) at 4 months old without surgical management. One episode of recurrent breakthrough infection occurred at the age of 2 years. This observation reminds us that a recommending surgical management for sustained high grade VUR associated with renal scarring might be needed. 
Discussion
Many male infants are born with dysplastic kidneys and also have VUR [5] . Most dysplastic kidneys and VUR are detected in the process of imaging studies for febrile UTI. The DMSA scan is the gold standard for detection of renal scarring which was defined as decreased uptake with distortion of the contours or cortical thinning with loss of parenchymal volume [6, 7] .
Renal scarring was classified as primary (reflux associated) or acquired (without signs of scarring at the first investigation) [8] . Moreover, development of new renal scarring is often detected after acute pyelonephritis [9] . The grade of reflux and number of pyelonephritic attacks correlated with scarring, and number of pyelonephritic attacks with new scars and worsening of the lesions [10, 11] . A prospective study reported that new scars occurred mostly in children under 5 years of age regardless of medical or surgical treatment and were observed more frequently in children with grade IV than grade III reflux [12] . Such renal scars might progress slowly to reflux nephropathy with recurrent pyelonephritis and development of proteinuria or hypertension [13] . However, a report suggested that one episode of acute pyelonephritis could lead to severe renal damage in a child with VUR although its exact pathogenesis was not known. In this case a component of congenital dysplasia was mild, even though a clear differentiation between congenital and acquired renal scarring was difficult.
Moreover, the progression of renal damage in this case was so rapid and abrupt that unrecognized recurrent UTI or high grade VUR alone could not be considered as its cause. In these situations, it could be assumed that host susceptibility to renal scarring would be related to the rapid progression of renal scarring. In relation to scar formation in reflux nephropathy, there is some evidence for a role of angiotensin converting enzyme (ACE) gene polymorphism [14] . The DD genotype and D allele of ACE may be genetic susceptibility factors contributing to scar formation in VUR [14] . Another possible cause of rapid and diffuse renal scarring in the absence of urinary tract infection is a secondary obstruction of the urinary tract [15] . 
